AMONG the changes in human pathology due to the therapeutic advances of recent years must be numbered the almost complete disappearance of cases of secondary amyloidosis. This is almost certainly due to the much lower incidence of some of the determining factors of this condition (chronic tuberculosis, prolonged suppuration). In contrast, however, primary amyloidosis has become far more prevalent.
Primary amyloidosis was very rare until some twenty years ago (Whittlesey recorded 70 cases in 1950), whereas nowadays it is a well-known if infrequent condition. But in order to be in a position to diagnose it, it is essential to bear its existence in mind and to be aware of its fundamental clinical signs. In this way, having been fortunate to study a particular case in 1946, I have since been able personally to collect a further five cases.
There can be no doubt that organ needlebiopsy, particularly of the liver and kidney, has made a major contribution to the diagnosis of this condition in vivo. (Fig. 1) .
The spleen-following "big brother", the liver-also increases in size, though this appears to be of no particular significance.
The second important clinical finding is a renal disturbance, taking the form of a nephrotic syndrome with marked proteinuria. It is this which frequently gives the clue to the correct diagnosis as its appearance calls for a needle biopsy of the kidney (Fig. 2) .
The blood picture does not contribute much to the diagnosis {because the increase in the number of white cells, which frequently occurs, suggests the erroneous diagnosis of carcinoma of the liver. Of far greater significance is the marked increase in the number of platelets in the circulation; a finding which I have noted in a number of my cases.
I do not intend to deal here with those other clinical factors which are so well known in cases of secondary amyloidosis, such as myocardial amyloid deposits (causing disturbances of conduction, low ECG voltages and signs of progressive heart failure), the formation of amyloid deposits in the mediastinum, changes in the skin and peripheral nerves, macroglossia, etc.
I should however like to point out that although it is usually extremely difficult to diagnose primary amyloidosis, this may be Moreover, cases of spontaneous rupture of the spleen (Drapiewski, 1955) as well as traumatic rupture (King and Oppenheimer, 1948) have been known to occur.
In one of our cases, it was found necessary to remove the spleen in order to stop the bleeding which followed a splenoportography. Unfortunately the patient subsequently suffered a peritonitis secondary to an amyloid appendicitis and died post-operatively of a pulmonary embolism.
From the point of view of diagnosis it is important to make a study of plasma proteins using, electrophoresis. This is characterised by a hypoproteinaemia sometimes accompanied by an increase in gamma-globulin or alpha fraction, in the latter case either in lipoproteins or glycoproteins (Fig. 3) (Fig.4) ). (Fig. 5) .
On the other hand, the histological picture makes it possible to identify the gradual formation of the first amyloid deposits between the liver cell and the Kupfer cell.
It should be remembered that although the liver is largely responsible for the formation of albumins, it also plays an important part in the formation of some globulins (alpha and beta rather than gamma) which are so closely connected with lipoid and glycoid metabolism. There is also a constant increase of precipitating reactions of ,82A immunoglobulins (reference middle column).
The reactions of the other fractions, especially of -y globulins (reference left column), are not constant. abnormal glycoproteins into the circulation, later to be absorbed by the musculomesenchymal or connective-vascular tissues of such other organs as the kidneys, pancreas, adrenals and muscles.
